Purpose: To draw attention to a publication showing that familial temporal lobe epilepsy had been described in 1895, considerably earlier than 1994, usually thought to be the date of the original account of the disorder Methods: Examination of the contents of Sir James Crichton-Browne's Cavendish lecture on 'Dreamy mental states' that was published in the Lancet in mid-1895 Results: At a time when the clinical phenomena that later became associated with the idea of temporal lobe epilepsy were beginning to become known, Creighton-Browne described the presence of this disorder in members of four consecutive generations of a British family throughout the course of the 19th Century Conclusions: There is evidence that the genetic abnormality responsible for familial temporal epilepsy had probably appeared considerably earlier than hitherto thought
Introduction
Until quite recently, heredity was usually believed to be unimportant in the genesis of focal epilepsies, including ones of temporal lobe origin. In 1953, Paillas et al. [1] had considered the question of inheritance in temporal lobe epilepsy, but seemed unimpressed by the possible relationship. However, they mentioned the existence of two families, each with two members with this type of seizure disorder, but provided no further details. Then, in 1994, Berkovic et al. [2] described a family in which four members across two generations suffered temporal lobe epileptic seizures. Further report of familial temporal lobe epilepsies followed relatively quickly, most originating from Europe. The familial disorder began to be subdivided into mesial and lateral (neocortical) types, following the terminology of the then current ILAE classification. The former subtype, as mentioned, was first reported by Berkovic et al. [2, 3] , and the latter by Ottman et al in 1995 [4] . The patterns of inheritance of the subtypes differ [5] , with the genetic basis of the autosomal dominant lateral subtype being identified in nearly half of the affected families [6] . The genetic basis of the mesial temporal subtype is not yet established. Such familial temporal lobe epilepsies are thought to be rare, though it has been suggested that failure to pursue the matter of family history in affected individuals after temporal lobe epilepsy has been diagnosed may have resulted in some familial instances escaping recognition. This suggestion has been supported by the findings of a recent study which provided evidence consistent with some 20% of non-lesional temporal lobe epilepsies having a genetic basis [7] .
While contemporary medical awareness of the existence of genetically determined temporal lobe epilepsy dates only from 1994, there is published evidence that the disorder was present in a British family at least a century earlier. The relevant material is contained in a lecture given by Sir James Crichton-Browne in 1895. The lecture's title 'Dreamy mental states' gives little clue to the presence within its contents of the record of four generations of a family, some of whose members of each generation suffered very probable temporal lobe seizures [8] .
Materials and methods
This paper summarises the relevant part (some 16%) of the text of Crichton-Browne's account in the Lancet [8] , which was reprinted some 30 years later, with very slight alterations, in that author's collection 'Stray Leaves from a Physician's Portfolio' [9] . A pedigree chart based on the data in the paper has been drawn up.
Results
On 20th June 1895 (or 30 June À in the reprinted version) Sir James Crichton-Browne (Fig. 1) [7] [8] [9] [10] Contents lists available at ScienceDirect Seizure j o u r n a l h o m e p a g e : w w w . e l s e v i e r . c o m / l o c a t e / y s e i z the seizure disorders which occurred in members of four generation of a family (Fig. 2) . He seems to have based his account on contacts with members of Generations III and IV.
Generation I
The affected female was born toward the end of the 18th century. She was said to have been of a peculiar personality and, from girlhood, had 'spells of absent-mindedness'. In late life she developed epileptic seizures that began with an aura in the left hand and arm. She gave birth to 10 children (Generation II).
Generation II
No details were available concerning four of these children, three others had non-neurological disorders, another died in infantile convulsions, and one female, from whom the relevant members of Generation III were descended, had migraine with a visual aura. Crichton-Browne suggested that this migraine could be considered an 'allotropic form of a dreamy mental state or a sensory epilepsy'.
The one remaining male family member in Generation II was medically qualified. In youth and early adult life he had experienced brief seizures. In these he would suddenly become spatially disoriented and 'felt that it was a matter of pressing moment that he should recover his true position in space, and for a few seconds was in a tremor of perplexity and dread'. These episodes became decreasingly frequent as he grew older, but around the age of 40 he had his first epileptic fit. Subsequently he had further fits, mainly at night, though the episodes of disorientation did not return.
Generation III
No details were available for three of the 8 members. Three others died young. A son, around the age of 9, began to experience 'frightened feelings' with sudden loss of sense of personal identity and of his relationship to time and space. He experienced intense terror with violent palpitations, but never lost consciousness. The attacks always occurred when he was alone and mostly when going to bed. In adult life, just as he was falling asleep, the old terror experience and the palpitations would return.
His sister described very similar attacks which began when she was 10 year old. In them she experienced infinite distress, temporary loss of personal identity, embarrassed breathing and palpitations. The attacks lessened as she grew older.
Generation IV
The affected male member of Generation III had two children. At the age of 10 his son, nearly always when alone, experienced odd and horrid frightening feelings that lasted only a few seconds and were accompanied by a rapid heartbeat. During these episodes he would pinch his body and say to himself 'who am I?' As he was falling asleep he sometimes was disturbed by violent muscular jerks, and once experienced a numb feeling followed by shaking down his left arm. He also had a strange recurrent dream that became painfully familiar to him. At its onset, his body and his leg, if he attempted to move it, seemed enormously large, a 'vast haze' developed with vacancy and great fear and he saw black sticks or stripes. These seemed to close in on him before he woke, terrified. After treatment with bromides his attacks lessened, but continued until his 20th year.
His sister began having similar attacks at 8 years of age, when she was unoccupied. Her attacks caused uneasiness, but not terror. There was no palpitation. Once or twice her left hand was numb during the attacks and she had a transient hemianopia (side not indicated). When falling asleep she had constantly recurring dreams in which what she looked at receded and became abnormally small. She heard low murmuring crooning noises that she found horrid and alarming so that she jumped from bed and rubbed her ears. Sometimes there would be a loud ding in her ears as she fell asleep. Once she saw a spectral face. Her attacks were partly relieved by treatment and ceased by the age of 20.
Discussion

Crichton-Browne's role
James Crichton-Browne [10] had an influential career in British medicine, becoming a notable public figure and, in effect, almost its informal spokesman for neuropsychiatry over half a century. Appointed Medical Superintendent of the West Riding Lunatic Asylum near Wakefield in Yorkshire in 1866, at the age of 26 years, he had set about initiating research in the British mental hospital system. For instance, he created the laboratory facilities where Ferrier carried out his earlier studies on the localisation of the representation of function in the vertebrate cerebral cortex. Crichton-Brown edited the six annual volumes of the West Riding Lunatic Asylum Medical Reports (1871-1876) which became precursor to the journal Brain, which he and three others, one being Jackson, co-founded and co-edited, beginning in 1878, after Crichton-Browne had moved to London to begin his long career in what he termed 'medical psychology' as the Lord-Chancellor's Visitor (1875-1922) .
In his 1895 Cavendish lecture, Crichton-Browne's account of his family whose members, to a present-day interpretation, suffered from hereditary epilepsy, simply introduced an interesting sideissue. His main concern seemed to lie in differentiating physiological from pathological varieties of 'dreamy mental states', and in understanding the relationship between the latter and 'epilepsy', whose diagnosis at that time was usually considered to require at least impairment of consciousness, whether or not convulsing occurred.
'Dreamy mental state' was Hughlings Jackson's preferred term for the peculiar brief mental disturbances that could occur in isolation or as precursors to convulsive epileptic seizures, but which also were experienced by some normal individuals. Crichton-Browne's lecture was given at a time when the concept that was later termed temporal lobe epilepsy (Jackson's 'uncinate seizures') was still emerging. Apart from focal motor seizures, described by Bravais in 1827 [11] , medicine had become interested in the minor manifestations of epilepsy only after the mid-19th century. Herpin's monograph on the topic [12] , posthumously published in 1867, had largely gone unnoticed, and Jackson himself took what he confessed was a belated interest in the matter only after 1876 [13] . He then began to describe the phenomena of the 'intellectual aura' or 'dreamy state' and recognised its occasional association with temporal lobe structural pathology. CrichtonBrown had tried to facilitate Jackson's early publishing career in the 1870s and seems to have maintained a long-standing contact with him and interest in his ideas. Crichton-Browne seemed to borrow a good deal of his descriptive terminology regarding the dreamy state from Jackson's account [14] , and also possibly the questions he may have asked family members. Such questions may be needed to obtain details of experiences that patients may be reluctant to volunteer, and also may lack the vocabularies to describe. It is noteworthy that Crichton-Browne did not mention at any stage the déjà vu experience that often occurs in mesial temporal lobe epilepsies. The term déjà vu had not then come into medical use, and Jackson's descriptions of dreamy state phenomena do not convey an impression of the intensity and inappropriateness of the sense of familiarity that the epileptic déjà vu experience embraces.
The diagnosis
Only second-hand information concerning what the woman in Generation I actually experienced during her spells of 'absentmindedness' was available to Crichton-Browne, but she probably suffered the same seizure disorder as her descendants. The semiology of the seizures in Generations II, III and IV is very suggestive of temporal lobe epilepsy and the affected members of Generations I and II subsequently suffered 'epilepsy', in the sense in which that word was used at the time. In Crichton-Browne's day the dreamy mental state was not perceived as itself epileptic in nature, though related to epilepsy. If it culminated in a full seizure the state was considered an aura to epilepsy. Could the migraineafflicted woman in Generation II, from whom Generation III descended, also have had dreamy states when young? If she had, in view of their tendency in subsequent generations of the family to die out before the third decade of life, they may have already ceased occurring before her children were born and she may never have mentioned them to her offspring.
Even without supporting evidence from present-day ancillary investigations, which did not come into existence until long afterwards, there seems sufficient reason to accept that CrightonBrowne had described genetically-based temporal lobe epilepsy in the family he reported. The age of onset and relatively benign natural history were typical of later-day reports of familial temporal lobe epilepsy. Whether the family had the mesial or the lateral temporal subtype is arguable, partly because CrichtonBrown did not describe the temporal evolution of the seizure phenomena in all the cases. The available information about Generation I is insufficient for evaluation. In Generations II and III the preponderance of autonomic and emotional features despite the absence of déjà vu would favour a mesial temporal lobe origin, but in Generation IV the auditory, visual, and somatic sensory manifestations, and the apparent autosomal dominant inheritance in the whole family, are more in keeping with a lateral temporal lobe origin. However, in a few families both sub-types of genetic temporal lobe epilepsy are stated to co-exist [15] . The seizures in the family appeared to originate in the right hemisphere when any lateralising evidence was available, but this may be no more than coincidence.
Thus a genetic alteration underpinning some instances of temporal lobe epilepsy seems to have been present in the British population at least a century before medicine became aware of, and interested in, inherited focal epilepsies. It seems unlikely that earlier instances will be traced, because Crichton-Browne was unusually knowledgeable about the emerging entity and equipped to ask appropriate leading questions if these were required. One might wonder if the understanding of the causation of focal epilepsies may have developed differently if subsequent generations had known of Crichton-Browne's family, and had explored the implications of his final few words that ended his account of the family:
'The story of the dreamy mental states of a family is, I believe, unique in affording evidence of the hereditary transmission of these states through four generations, and it is instructive as regards their affinities.'
Conclusions
A century earlier than previously thought, it was recognised that temporal epilepsy not related to structural brain lesions could be inherited, but the account was lost sight of, delaying recognition of the possible role of genetic factors in focal epileptogenesis.
Summary
Genetic factors are generally considered unimportant in the genesis of focal epilepsy, but in 1994 what seemed to be the first description of familial temporal lobe epilepsy was published. Accounts of other affected families followed, and the underlying genetic basis was clarified. Yet, as early as 1895, an instance of familial temporal lobe epilepsy occurring in four generations of a family had already been described in the literature, contained in a lecture given by Sir James Crichton-Browne on 'Dreamy mental states'. Thus the genetic abnormality underlying this uncommon epileptic syndrome must have existed in the community earlier than previously thought.
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